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CHAPTER I 
INTRODUCTION 
The topic of sexual dysfunction has expanded 
tremendously over the past two decades as an area in which 
psychobiological issues and respective health care 
specialties are uniquely inter-related. While multiple 
treatment options now exist for sexual difficulties, many 
questions remain as to the psychological factors that may 
contribute to dysfunction. Most research to date has 
focused on treatment outcome rather than basic knowledge in 
the area of psychology and psychopathology as they relate to 
sexual functioning. Specifically, objective psychological 
assessment of male impotence has lagged behind medical 
advances and treatment, creating a state in which 
theoretical formulations are based primarily on clinical 
rather than empirical observation. This discrepancy between 
theoretical, empirical, and clinical writing has left 
significant questions unanswered. This dissertation is 
proposed as an attempt to further narrow the gap and advance 
the assessment of sexual dysfunction. 
In other words, this study will seek to learn more 
about the psychological variables within a symptomatic group 
in order to enhance theoretical understanding and examine 
present working clinical hypotheses. From an applied 
· perspective, this project addresses a need within the 
medical community for a valid screening device to help 
triage male patients presenting with impotence. Thus this 
study attempted to differentiate organic and psychogenic 
impotence with a psychometric instrument. The Millon 
Clinical Multiaxial Inventory (MCMI} was chosen as a 
promising instrument that taps major personality and 
psychological dimensions and possesses many psychometric, 
theoretical, and practical advantages over alternative 
instruments. 
Chapter One provides an introduction to the study. 
Chapter Two reviews the historical development of assessing 
male impotence. This review encompasses the physiology of 
sexual functioning, theories of sexual dysfunction, and 
recent psychometric assessment procedures. Included in 
Chapter Two is a statement of the problem and hypotheses. 
Chapter Three provides a detailed methodology of the 
study. It describes the subjects involved in the study on 
numerous dimensions including age, education, race, 
religion, marital status, social class and duration of 
dysfunction. This chapter also presents the design of the 
study, methods used for differentiating the groups, and the 
data collection procedures. 
Chapter Four reports the results, including the 
selection of variables and the statistical analyses. 
Chapter Five discusses the results of the study, 
limitations, and suggestions for future research. 
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CHAPTER II 
REVIEW OF RELATED LITERATURE 
Men with various forms of sexual dysfunction 
experience significant personal and interpersonal distress 
prompting a visit to a primary care physician, urologist, or 
psychological service provider. Treatment options and 
interventions for sexual problems have expanded dramatically 
during the past decade, including diverse psychological 
interventions, such as hypnosis, systematic desensitization, 
and sensate focus methods (e.g., Fuchs, 1985; Kaplan, 1974; 
Masters & Johnson, 1970; Wolpe, 1958). on the medical 
front, recent treatment options include the surgical 
implantation of a penile prosthesis and also intracorpeal 
injections of papaverine to produce erection (Scott, 
Bradley, & Timm, 1973;). Over 21,500 cases had been treated 
in the U.S. by 1981 with the surgical procedure (Kaufman, 
Boxer, Boxer & Quinn, 1981). However, precise organic and 
psychological assessment of male impotence needs further 
development (Conte, 1986; Eyman & Eyman, 1984). In 
particular, insufficient attention has been given to the 
relationship between personality variables and male sexual 
functioning. There is a consensus that the 
conceptualization of sexual dysfunction should include 
psychological, behavioral, and physiological components 
despite the equivocal nature of the relationship (Conte, 
1986). Sexual functioning is best considered in the multiple 
3 
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context of environmental, neurological, biochemical, 
vascular, social, psychological, cognitive, and subcultural 
events {Beutler, 1986). For practical clinical purposes, 
impotence is most safely regarded as a symptom of varied 
etiology, the origins of which need to be assessed before an 
individualized treatment program can be devised. This study 
will focus on the assessment of potential psychological 
factors as they relate to male impotency. 
Impotence Defined 
The word impotence literally means "entirely wanting 
in power, strength, or vigo~ of body or mind" {Webster, 
1979). This definition seems an exaggerated description 
which recent literature has attempted to correct by 
describing symptoms of impotence with such terms as erectile 
failure or erectile dysfunction. The Diagnostic and 
Statistical Manual of Mental Disorders-3rd ed. {American 
Psychiatric Association, 1980) classifies impotence as 
Inhibited Sexual Excitement, a diagnostic category within 
the sexual dysfunction group. The criteria for diagnosis in 
men are ~s follows: 1) recurrent or persistent inhibition 
of sexual excitement during sexual activity, manifested by 
par~ial or complete failure to attain or maintain an 
erection until completion of the sexual act, 2) a clinical 
judgment that the individual engages in sexual activity that 
is adequate in focus, intensity, and duration, and 3) a 
determination that the disturbance is not caused exclusively 
by organic factors and is not due to another Axis I 
disorder. 
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Recent research efforts have striven to use 
operational definitions of impotence and to improve 
classification by breaking impotence into sub-types. It is 
hoped that these sub-type distinctions will improve 
diagnostic reliability, treatment, and research methodology; 
however, the validity of these dimensions awaits empirical 
support. The most common distinction refers to etiology; 
namely, organic versus psychogenic. Global versus 
situational impotence is determined by failure in all 
situations or in selective situations or with particular 
partners. Primary impotence refers to the condition of 
individuals who have never been competent as opposed to 
secondary impotence which refers to incompetence subsequent 
to a period of competence. Secondary dysfunction may be 
further divided into acute or insidious onset. Each of 
these dimensions may indicate overlapping, though somewhat 
different etiologies, implications for treatment, and 
prognosis. While many researchers ignore one or more of the 
dimensions, they may be fairly reliably identified in 
patients and serve to reduce heterogeneity within groups 
under investigation. Organic and psychogenic impotence will 
be explored in greater detail as this etiological 
distinction is most frequently discussed in the literature 
and is relevant for assessment and treatment methods. 
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Prevalence 
Valid estimates are lacking in regard to the incidence 
of impotence in the general population. Incidence rates 
are said to vary according to whether or not a sex history 
is taken or the researcher relies on patient-initiated 
reports (Tsitouras & Alvarez, 1984); moreover, definitions 
of impotence vary greatly with criteria ranging from no 
successful erectile performance to 25% failure. Cooper 
(1969) and Kinsey, Pomeroy, and Martin (1948) refer to a 
continuum of potency, such that the incidence or prevalence 
of impotence will depend specifically upon what criteria are 
utilized. Nevertheless, Kinsey, Pomeroy, and Martin (1948) 
presented figures based on a study of 87 .white males over 
sixty years old. They found 27% were impotent by age 70 and 
in a smaller sample they found a gradual increase in 
impotency over the life-span. More recently, Hite (1981) 
found that two-thirds of men had difficulty at some time 
with erection, and some authors have remarked that transient 
episodes appear almost universal among those who are 
sexually active (Reeds & LoPiccolo, 1976). In addition, 
demographic studies have not cited significant differences 
between classes or religions (Segraves, Schoenberg, Zarins, 
Camic, & Knopf, 1981). As the DSM-III reports, impotence 
appears to be common at one time or another, though reliable 
figures from representative samples are not available due to 
inconsistencies in diagnostic criteria and assessment 
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problems, among other hindrances. 
Physiology of the Penis and Erection 
The penis is formed of three cylindrical bodies of 
erectile tissue. The two corpora cavernosa lie parallel to 
each other and above the corpus spongiosum, which also 
contains the urethra. The corpus spongiosum is expanded at 
its base to form the urethral bulb and distally to form the 
glans penis. At the base of the penis the corpora cavernosa 
diverge to form the crura, two processes which are attached 
directly to the pubic rami which form the bony pubic arch. 
Each of the crura and corpus spongiosum are encompassed by 
skeletal muscle. The corpora cavernosa and spongiosum form 
the erectile tissue of the penis, receiving arterial blood 
from branches of the internal pudendal arteries. The paired 
corpora cavernose are the principle tissues involved in an 
erection. 
Penile erection requires a complex series of 
neurologically mediated vascular phenomena occurring within 
the appropriate psychological and hormonal milieu. 
Increased arterial perfusion of the corpora cavernosa is the 
primary event of erection, appearing secondarily to a 
decrease in arterial and arteriolar resistance and venous 
drainage (Van Arsdalen & Wein, 1984). The exact 
microvascular flow of blood in the penis is not really 
known, nor is the role of the smooth muscle of the corporal 
tissue in regulation. A shunting mechanism has been 
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proposed as involved in normal erectile activity, though the 
control mechanism of these shunts is unknown. 
Neural stimuli may be reflexogenic in the sacral 
spinal cord and mediated through the pudendal nerve 
(afferent) and the nervi erigentes (efferent) of the pelvic 
nerves, or psychogenic in the cerebral cortex mediated 
through the sympathetic thoracolumbar and parasympathetic 
sacral tracts, segments T-10, T-11, T-12, L-9 {Hanno, 1984). 
Two types of stimuli have been defined in eliciting 
erections in a rather reflex fashion. Stimuli defined as 
psychogenic include those of an auditory, visual, olfactory, 
gustatory, tactile, or imaginative nature. Reflexogenic" 
stimuli include those of an exteroceptive nature associated 
with genital manipulation and afferent impulses traveling 
along fibers of the pudendal nerve. Often the two types of 
stimuli act synergisti~ally to produce an erection. In 
addition, different pathways have been described in 
mediating an erection; however, the particular 
neurotransmitters involved are unknown (Van Arsdalen & Wein, 
1984) . 
. 
The role of the androgenic hormones in sexual 
functioning is unclear, particularly with regard to the 
exact amounts of hormones needed for functioning. However, 
hormonal levels appear primarily related to libido. 
The Sexual Response Cycle 
The male and female physiologic reaction to sexual 
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stimuli may be divided into four separate phases. 
Progressively, the four phases are: 1) excitement, 2) 
plateau, 3) orgasm, and 4) resolution. Masters and Johnson 
(1966) proposed this framework as a working schema to 
discuss sexual response. They note that variations in 
reaction may exist in the male, although these usually 
relate to differences in duration. 
During the excitement phase, reflexogenic or 
psychogenic stimulation may create increasing arousal and 
penile tumescence leading to erection. During the plateau 
phase, sexual tensions intensify and there is an involuntary 
vasocongestive increase in the diameter of the penis if 
effective stimulation is continued. The duration is largely 
dependent on the stimuli, combined with the individual's 
drive for culmination. If either is inadequate or 
withdrawn, then no orgasmic release will occur, instead a 
prolonged resolution phase will ensue. During orgasm, 
ejaculatory contractions from the prostate, seminal 
vesicles, corpus spongiosum muscles, and skeletal muscle of 
the pelvis force the seminal fluid from prostatic and 
membranous portions of the urethra to and through the 
urethral meatus; vasocongestion and muscle tension are 
released. Finally, the resolution phase consists of penile 
detumescence and a general sense of relaxation. Men are 
physiologically refractory for a variable period of time to 
further erection and orgasm. 
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Organic Impotence 
Many authors have concluded that 90-95% of impotence 
iS psychogenic in origin (e.g., Annon, 1975; Freund & 
alanchard, 1981; Masters & Johnson, 1970), though recent 
research suggests that possibly 50-60% of men diagnosed as 
baving psychogenic impotence may actually suffer from an 
0 rganic condition (Fisher, Schiavi, Edwards, 1979; Kaya, 
goore, & Karacan, 1979). 
A great number of medical conditions may impair sexual 
response, including medications, alcohol, and illicit drugs, 
all of which fall under the category of organic factors. In 
addition, physically related impotence may create 
·performance anxiety, exacerbating erectile difficulty and 
perhaps prolonging it once the physiological problem is 
removed (Masters & Johnson, 1970). While traditionally the 
experts have favored psychological rather than medical 
explanations as causes of male impotence, there is 
increasing evidence that organic factors, often nonspecific 
and independent of identifiable diseases, have a significant 
role in erectile failure. Some of the most often cited 
0 rganic causes will be briefly discussed. 
Obviously, normal sexual functioning requires that 
major genital structures are intact and undamaged. 
Anatomical anomalies preventing erection are fortunately 
very rare. More common causes are pelvic and penile 
vascular flow problems. Zorgniotti (1984) cites mounting 
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evidence in favor of vascular disease being the single 
largest etiological factor in impotence. Vascular problems 
often relate to arteriosclerotic disease; moreover, 
pharmacologic agents may interfere with the vascular 
system. While the neural control mechanisms of erection are 
not clearly understood, it is clear that injury or disease 
of either the central or peripheral nervous system can 
influence sexual response (e.g., spinal cord injury, 
diabetes mellitus, multiple sclerosis, radical prosthetic, 
bladder and colon surgery). In addition, drugs producing 
significant central nervous system sedation are clearly 
associated with changes in libido and sexual function (Van 
Arsdalen & Wein, 1984). Hormonal levels also influence 
sexual response, primarily libido, and ext!eme levels (due 
to a rare tumor for example) may impair erection (Pogach & 
Vaitukaitis, 1983). However, most men with low sexual 
drive have normal testosterone levels (Bancroft, 1984; 
Schiavi & White, 1976). A decrease in libido and erectile 
ability may also occur as a nonspecific secondary effect of 
disease in terms of weakness, fatigue, and pain. Therefore, 
nearly any debilitating illness can potentially interfere 
with sexual functioning (Anderson & Wolf, 1986). 
Any agents that pharmacologically alter the normal 
hormonal milieu, somatic and autonomic neurotransmission, or 
vascular flow may produce changes in sexual function. 
Effects may be reflected in libido, erectile ability, or 
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ejaculatory competence. The most commonly cited groups of 
drugs effecting erection are antihypertensives (especially 
the sympatholytics: methyldopa, clonidine, and reserpine). 
Antipsychotic drugs have also been associated with sexual 
dysfunction, as have antidepressants, anti-anxiety agents, 
lithium carbonate, and anticholinergic drugs. Commonly 
abused drugs, such as alcohol, marijuana, heroin, 
amphetamines, and cocaine may also decrease sexual 
responsiveness presumably due to their effects on the 
central nervous system (Van Arsdalen & Wein, 1984). There 
is even some evidence to suggest that nicotine inhaled in 
cigarette smoke may have a deleterious effect on potency, 
probably secondary to local vasoconstriction (Forsberg, 
Gustavii, Hojerback, & Olsson, 1979). 
Psychological Theories of Impotence 
In their review of psychological theories of 
impotence, Wagner & Green (1981) conclude that the theories 
are varied and nonspecific. It is difficult to organize 
previous thinking in the service of making useful 
generalizations and critical distinctions. However, 
theoretical contributions may be grouped into six main and 
often complementary categories. These are impotence from 
the point of view of 1) associated psychopathology and 
clinical psychiatric diagnosis (especially anxiety, 
depression, and alcohol abuse), 2) psychosexual development 
factors from a psychoanalytic perspective, 3) immediate 
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factors and mechanisms (e.g., performance anxiety), 4) 
behavioral conditioning, and 5) sexual information or. skill 
deficits, or 6) relationship difficulties. Anxiety, in a 
broad sense, is considered to play a detrimental role in the 
development and maintenance of sexual dysfunction for both 
men and women by writers of virtually every theoretical 
orientation (Barlow, 1986). While these categories overlap, 
they may serve as a means to organize the literature to 
date. 
Psychopathology and Impotence 
Psychological disturbances have been considered to be 
associated with impotence by a number of authors (e.g., 
Allen, 1962; Gutheil, 1959; Stafford-Clark, 1954). Indeed, 
Freud (1950) considered it impossible to have a neurotic 
illness and at the same time a satisfactory sex life. 
However, many studies examining hypothesized personality 
features and impotence have failed to find support for any 
such relationship (El-Senoussi, Coleman, & Tauber, 1959; 
Eysenck, 1970; Slater, 1943; Munjack, oziel, Kanno, 
Whipple, & Leonard, 1981; Segraves & Segraves, 1986). 
Masters and Johnson (1970) observed little evidence of 
psychological disturbance in their sample, and although 
their posture has shifted somewhat from their original 
position, they continue to maintain that sexual dysfunctions 
have little relationship to psychiatric disorder. 
Winokur, Guze, and Pfeiffer (1959) found very few 
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differences between highly anxious and neurotic patients and 
control groups in terms of their sexual behavior and 
enjoyment. Kolodny, Masters, & Johnson (1979) found that 
psychiatric disorders such as mania and schizophrenia show 
little relationship to impotence. Moreover, Maurice and 
Guze (1970) studying a subsample of Masters and Johnson's 
(1970) treatment population found this group to be without 
demonstrable psychological abnormality. 
Contrary findings have been reported by Johnson (1965) 
who observed 48% of his impotent patients to reveal signs of 
a neurotic illness, and by Meyer, Schmid~, Lucas, & Smith 
(1975) who found a preponderance of the 26 couples they had 
in treatment to have psychiatric d~sorders. O'Connor and 
Stern (1972) also reported a majority of their male and 
female dysfunctional patients to have psychiatric diagnoses, 
with a majority having marked anxiety, depression, and 
obsessional character structures. Allen (1962) contends 
that many psychoneurotics are impotent. Included in this 
category are those who suffer from neurotic anxiety, 
perversions, fetishes, and those from excessively narrow 
religious families. Chipman (1978) has presented clinical 
findings that suggest impotence is related to obsessional 
character structure and depression. In contrast, others 
have described males with psychogenic impotence as 
excessively shy, submissive, withdrawn, and unduly sensitive 
to criticism (El-Senoussi et al., 1959), or as immature, 
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attention-seeking, and manipulative {Cooper, 1969). 
Derogatis & Meyer {1979) also examined a group of 
sexually dysfunctional patients and concluded that Masters 
and Johnson were generally correct that psychiatric 
disorders were generally not present, but that they were 
present in at least a substantial subgroup of the sexually 
dysfunctional group. More recently, Derogatis, Meyer, & 
King (1981) examined 137 impotent men and found that 37% met 
criteria for psychiatric diagnoses (e.g., 12% personality 
disorder, 8% affective disorder, 9% anxiety disorder, 4% 
adjustment disorder, 4% psychotic disorder, 1% somatoform 
disorder). In a follow-up study, Derogatis, Meyer, & 
Kourlesis (1985) administered the SCL-90-R to these same 
impotent subjects and found that those with a psychiatric 
diagnosis reported high levels of Interpersonal Sensitivity, 
Hostility, and Phobic Anxiety, whereas those with a medical 
diagnosis reported relatively high symptoms of somatization 
and depression. However, psychological symptom profiles 
alone were unable to discriminate biogenic etiologies from 
psychogenic cases. These authors suggest that previous 
investigators have underestimated psychopathology among 
impotent men due to insufficient evaluations or highly 
selected samples. 
There is no clear agreement among investigators about 
the nature of, or even existence, of a causal relationship 
between psychopathologic syndromes and impotence. However, 
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three particular sets of psychological symptoms or syndromes 
are most often associated with sexual dysfunction in the 
literature and will be briefly discussed; namely, 
depression, substance abuse, and anxiety. 
Depression and Impotence 
One specific psychological condition often associated 
with decreased libido and impotence is depression. Indeed, 
the DSM-III criteria for depression includes diminished 
sexual interest and responsivity {American Psychiatric 
Association, 1980). Woodruff, Murphy,_ & Herjanic (1967) 
found a complaint of impotence in 23% of men diagnosed with 
primary affective disorder. Personality factors often 
associated with depression are also frequently mentioned as 
present in impotent men, such as low self-esteem, feelings 
of inferiority, and excessive sensitivity (El-Senoussi, 
Coleman, & Tauber, 1959; Gutheil, 1959); however, the 
direction of this relationship is unclear. 
Physiological support for such a relationship with 
depression comes from findings that the capacity for 
nocturnal tumescence was lost in some patients during severe 
depression and regained in recovery (Roose, Glassman, Walsh, 
& Cullen, 1982; Thase, Reynolds, Glanz, Jennings, Sewitch, 
Kupfer, & Frank, 1987). Thus, while clinical and empirical 
observation suggests that depression and sexual dysfunction 
are related, the nature of this relationship is not yet 
understood. Although diagnostic criteria for depression 
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list sexual dysfunction as a primary symptom, conversely, 
chronic sexual dysfunction in an individual highly invested 
in sexual functioning could presumably precipitate 
depression. 
Substance Use and Impotence 
As previously mentioned, various prescribed 
medications and substances such as alcohol can contribute to 
impaired potency (Masters & Johnson, 1970; Renshaw, 1982; 
Van Arsdalen & Wein, 1984). Interestingly, men responding 
to the Hite (1980) report cited alcohol, drugs, or fatigue 
as the most common cause of impotence, the second being 
emotional upset or anxiety. Alcohol in small doses may 
increase libido, but in larger doses alcohol impairs sexual 
performance (Wagner & Jensen, 1981). Research on alcoholism 
and sexual functioning is strikingly limited .and plagued by 
methodological problems. The estimated rate of sexual 
disturbance in alcoholic men varies from 8% (Lemere & Smith, 
1973) to 63% (Jensen, 1979). Etiological theories of sexual 
dysfunction in alcoholics include neurological, hormonal, 
pharmacologic (e.g., Antabuse treatment), and psychosocial 
factors. Regardless of etiology, alcohol consumption does 
appear to impair sexual performance. 
Anx1ety and Impotence 
Kaplan (1974) has described anxiety as the common 
denominator of sexual dysfunction, although the origin and 
intensity of the anxiety may vary. Evidence for a 
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relationship between anxiety and impotence is based largely 
on clinicai inference and correlational data such that the 
psychological distinctions may·be effects rather than causes 
of sexual dysfunction. Cooper (1969) was unable to 
demonstrate any relationship between psychogenic impotence 
and anxiety as measured by clinical judgments and a 
psychological test. There is even some clinical and 
experimental evidence that anxiety can facilitate sexual 
arousal as indicated by physiological assessment in sexually 
functional subjects, whereas sexual dysfunctional subjects 
may respond differently to anxiety (Barlow, 1986; Beck & 
Barlow, 1984; Norton & Jehu, 1984). Thus the existence and 
nature of a hypothesized relationship between anxiety and 
sexual dysfunction requires further study. 
Differences in theoretical perspective and levels of 
inference account for the often non-specific description of 
anxiety as a related factor. For example, unresolved 
Oedipal conflicts or castration anxiety are emphasized by 
psychoanalytic writers (Abraham, 1949; Fenichel, 1953; 
Jones, 1919; Menninger, 1935; Stekel, 1927). Anxiety is 
discussed by others in ·terms of performance anxiety that is 
culturally provoked, in which the pressure to perform 
results in a perceptual state of observation of tumescence 
or the "spectator attitude" (Kaplan, 1974; Masters & 
Johnson, 1970). Needless to say, anxiety has been 
discussed in various contexts, and almost all forms of 
psychological treatment for impotence are directed at 
reducing anxiety {Hogan, 1978). 
Psychosexual Development Factors · 
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Psychoanalysts suggest historical roots of anxiety and 
impotence; however, consensus of opinion and meaningful 
generalizations are difficult to find. In general, 
psychoanalytic writers regard the symptom of sexual 
impotence as typically the compromise solution to 
intrapsychic conflict with developmentally remote origins. 
In other words, unconscious wishes and fears responsible for 
symptoms of impotence persist due to a disturbance in 
psychosexual maturation. O'Connor & stern {1972) examined 
case studies of 35 sexually dysfunctional men and found 
marked disturbances in their family histories, including 
seductive behavior on the part of the mother, death of a 
parent, or prolonged separation. 
Freud {1910/1950) mentioned several causes of 
impotence. He initially cited masturbation as directly 
proportional to neurasthenia, which reflects the myth of 
"masturbation insanity", though no relationship between 
masturbation and impotence has ever been demonstrated 
{Kinsey et al., 1948). Freud's {1910/1950) subsequent 
writings related impotence to a disturbance in psychosexual 
development. He suggested that it is the task of the 
maturing individual,to fuse two libidinal currents--the 
affectionate and sensual. The currents derive from longings 
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originally directed toward the mother figure, which are to 
be fused onto the lover of mature life. However, due. to the 
prolonged unavailability of a lover until adulthood, the 
sensual strivings tend to be reinvested in the mother, in 
frustration. Thus impotence is seen as a means of 
preventing incest. Ferenczi (1916) accepted these ideas and 
suggested that impotence could represent the single 
manifestation of a neurotic counter-wish to avoid the 
unconscious wish for incestual union. 
Other psychoanalytic theorists have also emphasized 
related elements of Oedipal anxiety, including impotence as 
a defense against castration anxiety (Ginsberg, Frosch, & 
Shapiro, 1972; Jones, 1919; Menninger, 1935). The child's 
fear of castration, if not resolved, is repressed and 
becomes unconscious. When the male is heterosexually 
stimulated, a conflict develops; having heterosexual sexual 
desires is unconsciously equated with being in competition 
with the father for mother's love. Since the father was the 
victor during the Oedipal period and the male has 
internalized his castration anxieties, so now the adult 
unconsciously fears that a sexual pursuit of a female will 
result in a similar loss. Thus, the unconscious wish to 
maintain a primary identification with the mother {Bergler, 
1945; Menninger, 1935) and the desire to avoid shame 
associated with acting on this wish {Ferenczi, 1916) have 
been said to predispose to impotence. 
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Other psychoanalytic writers have also viewed 
impotence as a defensive response against the expression of 
sadistic wishes originally directed toward the mother 
(Fenichel, 1953; Klein, 1977). Springmann {1976) de-
emphasized impotence as a defense, instead viewing impotence 
as a means of indeed carrying out unconscious hostile wishes 
toward women. Menninger (1935) also spoke of impotence as 
a means of expressing unconscious hate. 
Another way of understanding impotence from a 
psychoanalytic perspective is provided by Bieber (1974), who 
proposes that sexual dysfunction is due to unrealistic 
beliefs that heterosexual functioning and gratification will 
be hurtful to self; in other words, some form of injury will 
occur to either the male or his penis. As a consequence of 
this belief, the maladaptive response is impotence and the 
maladaptive behavior may be a withdrawal from sexual 
activity. 
Masters and Johnson (1970) also discuss many 
historical factors as influential in sexual insecurity and 
-which relate to what psychoanalysts would term unconscious 
fears and wishes. Their ideas appear to complement those of 
the psychoanalysts in that Master and Johnson (1970) believe 
that disturbance in parental dominance is related to 
impotence. For both primary and secondary impotence, they 
found that the most important historical factor was a 
dominance imbalance in the parental relationship. For 
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instance, they suggest that maternal dominance may 
depreciate the young male's security in his masculinity and 
destroy his confidence in the masculine role. On the other 
hand, paternal dominance can obliterate the female figure, 
presenting for the young male an overwhelming masculine 
image impossible for the young male to match. Furthermore, 
Masters and Johnson (1970) also speculate that a single-
parent family may create an imbalance with similar results. 
Noy, Wollstein, & Kaplan-De-Naur (1966) determined from 
their clinical material that a fundamental disturbance of 
identification with the father was usually involved so that 
inappropriate attachment to the mother was fostered. 
The notion of male disgust toward the female genitalia 
due to the women's lack of a penis or the association of the 
female genitalia with excretory functions has also been 
hypothesized as related to male impotence (Freud, 1950; 
Jones, 1919). Other sources of sexual anxiety relate to 
the fear of social condemnation and guilt over immoral 
thoughts or acts (Brim, 1936; Fenichel, 1953; stekel, 1927; 
Tuthill, 1955), and worry over contraception (Wallis & 
Booker, 1958) and venereal disease (Renshaw, 1982). 
Renshaw (1982) reports that thorough sexual histories 
taken from impotent men often reveal early sexual 
inhibitions and guilt resulting from religious orthodoxy. 
Religious orthodoxy was also emphasized as a regressive 
influence by Masters and Johnson (1970). In their case 
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studies, they found psychosocial restrictions originating 
from strict religious upbringings as reflective of pa~terns 
marked by infrequent success or absolute failure during the 
first coital attempts and beliefs that sex was embarrassing, 
personally degrading, and theologically prohibited. Several 
authors have also noted rigid religious backgrounds and 
prohibitions against sexual activity as associated with 
impotence (El-Senoussi, 1964; Kinsey et al., 1948; O'Connor 
& stern, 1971). 
Finally, sexual identity confusion and fear of 
homosexuality are also mentioned as developmental 
disturbances possibly related to male impotence and reduced 
heterosexual interest (Beigel, 1971; Masters and Johnson, 
1970; Menninger, 1935; Renshaw, 1984). While sexual 
preference certainly plays a role in sexual relations, this 
notion fails to explain impotence within homosexual 
relationships and is based on limited case studies. Thus it 
may apply to only a sub-group of impotent men. Furthermore, 
while Freund and Blanchard (1981) report anomalous erotic 
preference as a well established cause of impotence, 
empirical support for this claim appears to be lacking. 
Immediate Factors and Mechanisms 
In contrast to the developmental theories of 
psychological impotence, both Masters and Johnson (1970) and 
Kaplan (1974) emphasize the importance of proximate or "here 
and now" forces in the genesis of male impotence. This 
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emphasis seems congruent with their respective treatment 
approaches which are relatively brief and systems-oriented. 
Their treatment approaches generally avoid the uncovering 
process advocated by psychoanalysts and instead attempt to 
make a systems intervention with the dysfunctional couple. 
Masters and Johnson (1970) report that the most 
frequent potentiators of impotence are a prior state of 
premature ejaculation or alcohol-related impairment in 
erection, failures which instigate "performance anxiety", 
when the male becomes so concerned about performance that he 
fails to attend to erotic stimulation and other aspects of 
the sexual experience. The notion that sexually 
dysfunctional subjects attend inappropriately to performance 
anxieties has received some empirical support (Barlow, 
1986). 
The pivotal problem in treatment for Masters and 
Johnson (1970) rests not with the origins of fantasies but 
in the performance anxiety as it arises in the immediate 
sexual circumstance. While they did acknowledge maternal or 
paternal dominance and excessive religious orthodoxy as 
important common antecedents to performance anxiety, the 
proximate anxiety itself is considered the focus of 
treatment. 
Kaplan (1974) has suggested that anxiety is not a 
defense in itself, Qut rather a sign that psychological 
defenses have failed. Once instigated, the anxiety of the 
man tends to increasingly focus on his performance in an 
obsessive manner. Thus through attempting to controi 
anxiety by obsessively focusing on performance, normal 
functioning of the sexual reflexes becomes inhibited. 
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Kaplan {1974) has discussed how performance anxiety may also 
reflect deeper unrecognized anxiety about sex. For example, 
if a man is fearful of rejection and equates sex with a 
performance to be judged by his partner, then sex may be 
associated with anxiety that on a deeper level relates to 
fears of abandonment. Thus, the origin of performance 
anxiety may be varied, from milder proximate causes to 
deeper unconscious sources. 
Behavioral Conditioning 
The behavioral conditioning view of sexual 
dysfunctions advocated by authors such as Annon {1975) and 
Wolpe and L~zarus {1966) focuses on the immediate anxiety 
associated with sexual performance. These authors explain 
erectile failure using principles of classical and operant 
conditioning. For example, Wolpe and Lazarus {1966) 
proposed that individuals could acquire a repertoire of 
sexual fears and inhibitions through a variety of learning 
or maladaptive conditioning experiences. Lobitz and 
LoPiccolo {1972, p.265) defiried sexual dysfunction "as a 
learned phenomenon, maintained internally by performance 
anxiety and externally by a non-reinforcing environment, 
principally the partner". Masters and Johnson {1970) also 
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felt that performance failure was in part conditioned by the 
cultural demands on men to perform sexually as well as being 
conditioned by distressing initial sexual experiences • 
. others have written that recent changes in female 
assertiveness and liberation have made the male's sexual 
pleasure contingen,t upon pleasing the woman; which renders 
the male conditionable for performance failure (Ginsberg et 
al., 1972). In summary, the behavioral conditioning 
approach suggests that erectile failure is a learned or 
conditioned r~sponse in which anxiety has been associated 
with aspects of sexual functioning; however, behavioral 
efforts have emphasized treatment approaches rather than 
etiological discussion. 
Sexual Information and Skill Deficits 
Sexual information and skill deficits refer to basic 
ignorance of sexual physiology, functioning, and technique, 
as well as beliefs that sex is dirty or shameful and 
·therefore unmentionable. Many authors stress that a lack of 
sexual skill, knowledge, and communication between partners 
contributes to sexual dysfunction (Lobitz & LoPiccolo, 
1972). Treatment approaches often include basic sexual 
education, specific suggestions, and bibliotherapy in order 
to address these deficits and in turn enhance sexual 
functioning (Annon, 1975). 
One specific piece of misinformation often addressed 
is the belief that impotence is an expected result of aging. 
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Masters and Johnson (1970) note that professionals may 
contribute to impotence when they endorse the culturai myth 
that a patient's sexual difficulties are related to age. 
The belief that impotence is an inevitable result of aging 
is fairly widespread, despite evidence indicating a greater 
relationship to general physical health and availability of 
a sexual partner (Kinsey et al., 1948). Certainly aspects 
of erection may change with age; for example, older men may 
experience a longer excitement and plateau phase and need 
more direct stimulation (Tsitouras & Alvarez, 1984). Yet 
the ability to attain an erection in healthy men continues 
throughout the lifespan (Melman & Leitner, 1983). 
Nevertheless, the cultural myth often creates a self-
fulfilling prophesy and needs to be addressed in treatment 
situations. 
Relationship Difficulties 
Masters and Johnson (1970) stress the importance of 
attending to the marital relationship in assessing and 
treating male impotence. They believe that "there is no 
such thing as an uninvolved partner in any marriage in which 
there is some form of sexual inadequacy" (p. 2). There is 
also some evidence to suggest that male sexual dysfunctions 
are more closely related to marital problems than are female 
dysfunctions (Rust, Golombok & Collier, 1988). It is also 
important to assess the presence of sexual dysfunction among 
partners. O'Connor and Stern (1972) found that 7% of 
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partners of sexually dysfunctional men had sexual disorders. 
An Israeli study of sexually dysfunctional men and th~ir 
wives found the men to be significantly more sensitive to 
criticism and guilt than control subjects; moreover, their 
wives were identified by acting out behavior and criticism 
of others (Rosenheim & Neuman, 1981). In contrast, a 
Swedish study of married couples found no relationship 
between the quality of marriage and existence of sexual 
dysfunction (Nettlebladt & Uftenberg, 1979); instead, they 
found disturbances in the father-son relationship to be most 
important in the development of sexual dysfunction. 
In spite of conflicting findings evaluating the 
importance of the-relationship in the etiology of impotence, 
it appears that most treatment interventions focus attention 
on partner interactions, conflicts, communication, and 
sexual skills. For instance, Friedman (1983) focuses on 
the functional value of sexual dysfunction within a 
. 
relationship, attending to the adaptive value of low desire 
or impotence as a way of maintaining relationship 
equilibrium. For example, low sexual drive is cited as 
being a passive-aggressive way for a man to deal with an 
overt power imbalance in the marriage or as a way of 
maintaining emotional distance. Wise (1976) has reported 
case studies that demonstrate how impotence is used as a 
means of expressing hostility toward the partner when anger 
can not be directly expressed. Once again, the emphasis on 
relationship dysfunction is based primarily on clinical 
observations and treatment interventions, without much 
empirical support. 
Implications for Assessment 
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Professionals are increasingly recognizing that a 
comprehensive, multidisciplinary, multidimensional approach 
to the assessment of impotence is necessary to improve 
accuracy of diagnosis {Condra, Morales, Surridge, Marshall & 
Fenemore, 1984). In terms of psychological evaluation, 
factors reflecting and producing emotional stress, such as 
marital discord, sexual conflicts, vague or unexplained 
anxiety, performance anxiety, substance abuse, and. 
psychiatric disorders, such as depression, need to be 
considered. In addition, the patient's accurate knowledge 
of sexual functioning should be assessed and remedied if 
necessary. However, when psychological factors·are 
implicated, this does not preclude significant contributing 
organic factors and vice versa. Indeed, the understanding 
that impotence can be psychogenic or organic has come under 
attack by some who argue that frequently a combination of 
factors is responsible (Williams, 1985). Nevertheless, 
thorough assessment of both organic and psychological 
factors lays the foundation for diagnostic reliability which 
facilitates appropriate treatment interventions. 
Current Assessment Methods 
In terms of assessment of male impotence, standard 
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medical evaluations may include a medical and sexual 
history, physical exam by a urologist and possibly 
neurologist, who may recommend endocrine studies, elaborate 
penile and pelvic neurovascular assessment, including 
penile-brachial blood pressure index, selective pelvic 
arteriography, cavernosography, electromyography, and 
cystometrogram. Sleep lab study consisting of nocturnal 
penile tumescence {NPT) or snap-gauge evaluation of 
nocturnal erection has also been recommended and utilized 
widely for diagnostic purposes, under the assumption that 
relevant psychological factors are inoperative during sleep 
in psychologically impotent men {Karacan, 1970). However, 
NPT as a diagnostic tool has been challenged in terms of its 
cost, reliability, and validity {e.g., Wasserman, Pollak, & 
Spielman, 1980). Recently, the intracorporeal injection of 
papaverine has also been suggested as a valuable screening 
tool for vasculogenic sufficiency {Abber, Lue, Orvis, 
McClure, Williams, & Virag, 1986; Virag, Frydman, Legman, & 
Virag, 1984). Finally, a general psychiatric evaluation is 
employed if there is evidence of an emotional or 
psychological component. These tests as a whole aim to 
evaluate and sort out the contribution of psychological 
and/or organic factors in the etiology of the disturbance, 
thereby directing treatment decisions. 
The following discussion will review available self-
report measures designed to describe an individual's sexual 
functioning and psychological characteristics, including 
interview methods and objective sexual and psychological 
instruments. The assumption implicit in the use of 
standardized psychometric instruments is that 
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psychopathology or certain personality traits frequently are 
the cause of impotence and that the presence of these traits 
constitutes evidence favoring a psychogenic etiology. Many 
other devices have been developed to either indirectly or 
directly assess sexual dysfunction, including couples 
inventories (e.g., The Sexual Interaction Inventory; 
LoPiccolo & Steger, 1974; The ~exual Compatibility 
Inventory; Foster, 1977) and sexual experience (e.g., 
Heterosexual Behavior Inyentory; Annon, 1975), sexual 
anxiety (e.g., Sexual Anxiety Inventory, Janda & O'Grady; 
1980), and sexual attitude (e.g., Heterosexual Attitude 
Scale; Annon, 1975) scales. However, after reviewing 
general interview techniques, the focus of this discussion 
will be on objective self-report methods that assess 
individual sexual and psychological functioning and that 
have the greatest potential for research and clinical use 
with impotent men. The final section of this ch?pter 
presents a review of the Millon Multiaxial Clinical 
Inventory and rationale for its use as an assessment device 
in the study of sexual functioning. A comparative 
examination is also made of the Revised MCMI-II that has 
been recently published. 
Interview Techniques 
Most sexual dysfunction clinics utilize some form of 
standard interview, often developed in-house. 
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Unfortunately, no empirical data exists regarding the 
techniques involved in using interviews to assess and plan 
treatment.for sexual dysfunction)O Masters and Johnson 
(1970) were the first to describe in detail a structured 
interview with a dual-sex therapy team for taking a sexual 
history to assess sexual dysfunction. In the course of the 
interview, extensive developmental information is obtained 
from both partners over a two-day period. Each partner is 
asked to give an in-depth chronology of life events 
highlighting education, occupation, recreation, and social 
and sexual relationship patterns. Attention is paid to 
events having special or sexual meaning, expectations of 
sexual behavior and fulfillment, sexual dreams and 
fantasies, and any traumatic sexual events. Hartman and 
Fithian (1972) have constructed an exhaustive outline of 
questions that range from nonsexual to sexual functioning. 
Another lengthy structured interview has been developed by 
LoPiccolo and Heiman (1978), who restrict their inquiry to 
information directly pertaining to sexual, affectionate, and 
interpersonal experience. The focus is on the couple as a 
system, with each partner's needs, attitudes, and behaviors 
contributing to the:maintenance of that system. The Group 
for the Advancement of Psychiatry (1973) has formulated a 
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guide for taking a sexual history, and most of the questions 
are aimed at understanding how individuals may have 
developed patterns of sexual behavior and interests, yet 
very few questions deal directly with sexual dysfunction. 
Many authors believe that a long, detailed sex history is 
excessively time-consuming and unnecessary (Annon, 1975; 
Levitt, 1980). Annon (1975) proposed instead that a sexual 
problem history be taken to guide a problem-oriented 
treatment. 
Objective Psychological Assessment 
The major difficulty with presently used psychological 
instruments for impotence relates to the limited amount of 
cross-validational support. In order to be an acceptable 
measure, a psychological instrument must be reliable, valid, 
and provide salient information. For example, a useful 
instrument would be expected to sort out the various 
psychological factors associated with male impotence, thus 
guiding treatment planning and selection of the appropriate 
medical-surgical and psychiatric interventions. 
Another consideration when choosing a psychological 
instrument for large-scale use, particularly in this era of 
health-cost containment, is assessment ease, brevity, and 
cost-effectiveness. Moreover, the health care industry's 
concern with the potential abuse of sophisticated expensive 
surgical intervention and the ethical mandate to apply 
invasive treatment only when absolute 
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underscore the importance of a careful screening process. 
Psychological testing is sometimes employed to. 
evaluate psychogenic components, and a number of objective 
self-report paper and pencil inventories have been 
investigated for this purpose. However, they have been 
notably unsuccessful, and it has typically been the case 
that other investigators using different patient samples 
have been unable to replicate results (LoPiccolo & Stock, 
1986). The following will review empirical findings from 
available instruments. 
Derogatis Sexual Functioning Inventory 
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Derogatis (1975) developed a 247-item self-report 
inventory covering various areas of individual sexual 
functioning, the Derogatis Sexual Functioning Inventory 
(DSFI). The revised version of the DSFI (Derogatis & 
Melisaratos, 1979) contains 258 items and includes ten 
subscales and two global scores: Information, Experience, 
Drive, Attitudes, Psychological Symptoms (composed of the 
Brief Symptom Inventory; BSI), Affect (composed of the 
Affect Balance Scale), Gender Role Definition, Fantasy, Body 
Image, Sexual Satisfaction, Sexual Functioning Index, and 
Global Sexual Satisfaction Index. Overall, the DSFI shows 
good reiiability, although validation is still in the 
developmental stage. Derogatis and Meyer (1979) found 
differences on the DSFI between normals and a heterogenous 
group of sexually dysfunctional men; for example, 
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dysfunctional men showed higher levels of psychological 
distress and dysphoric affect, and lower levels of sexual 
information, sexual drive, and experiences than non-
dysfunctional men. Norms for the DSFI are available for 200 
normals and 200 sexually dysfunctional patients, and it can 
be utilized with a wide variety of individuals (e.g, males, 
females, couples, homosexuals, transsexuals) and samples 
multiple behavioral domains. Criticisms of the DSFI have 
primarily involved its length and somewhat high reading 
level (Conte, 1983). 
The DSFI has been used to differentiate 
psychogenically and organic impotent men with mixed results. 
Comparing DSFI scores of a small group of psychogenic and 
organic impotent men, Derogatis, Meyer, and Dupkin (1976) 
found psychogenic males to have significantly higher scores 
on two of eight subscales-- Experience and Gender Role 
Definition. The psychogenic group appeared to have a 
greater variety of sexual experiences and hypermasculine 
role definitions. Moreover, Gender Role Definition, as the 
best predictor variable, accurately differentiated 89.2% of 
the 28 patients. In terms of symptoms on the DSFI subtest 
(BSI), the organic group tended toward higher symptom 
scores, particularly phobic anxiety. Derogatis et al. 
(1976) interpreted these results as consistent with the 
clinical observation that impotent men are often 
counterphobic regarding sexual behavior; in other words, 
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they compulsively pursue varied forms of sexual relations in 
an effort to obscure a fundamental and pervasive fear of 
sexual intercourse. Further, they tend to have rigid sex 
role definitions. However, another group of investigators 
failed to replicate these results, finding that no DSFI 
scale differentiated psychogenic and organica-lly impotent 
men (Seagraves, Schoenberg, Zarins, Knopf, & Camic, 1981). 
In still another study, Melman and Redfield (1981) found 
that the organically impotent men had a significantly higher 
Affect and Sexual Satisfaction scores on the DSFI than 
psychogenically impotent men, with the two scales correctly 
identifying 75% of the subjects. 
Other researchers have developed individual self-report 
inventories specific to sexual dysfunction and applicable to 
male impotence; however, these are as yet unpublished and 
only preliminary psychometric data is available (e.g., The 
Sexual Function Questionnaire; Miller, Eyman, & McLoughlin, 
1983; The Sex Form; Walker, 1974). At present, the DSFI is 
viewed as the most comprehensive, psychometrically 
promising, and clinically useful inventory (Conte, 1983). 
Minnesota Multiphasic Personality Inventory 
Among objective psychological measures, the Minnesota 
Multiphasic Personality Inventory (MMPI) is perhaps the most 
widely recommended instrument for the psychological 
evaluation of impotence (Beutler & Gleason, 1981}. Initial 
support for the MMPI as an aid in differentiating organic 
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from psychogenic impotence came from Beutler, Karacan, Anch, 
Salis, Scott, & Williams (1975), who found the groups. could 
be distinguished by their discordant scores on the 
Masculinity-femininity (Mf) scale (psychogenic> 60) and by 
the tendency of the members of the psychogenic group to 
achieve at least one scale score above 70. However, several 
subsequent studies using clinical judgment and/or nocturnal 
penile tumescence as diagnostic criteria failed to support 
the use of these MMPI decision rules (Marshall, Surridge, & 
Delva, 1980; Robiner, Godec, Cass, & Meyer, 1982; Staples, 
Ficher, Shapiro, Martin, & Gonick, 1980). In fact, Marshall 
et al. (1980) found that organic cases displayed greater 
psychological disturbance than psychogenic cases on the 
MMPI. Martin, Rodger, & Montague (1983) found similar 
trends in their analysis of the MMPI and California 
Psychological Inventory (CPI) and concluded that the 
discriminant signs of Beutler et al. (1975) were of no 
value. Interestingly, Martin et al. (1983) found 
significant differences between psychogenic and organic 
groups on items reflecting greater performance anxiety 
(concern about conformity, avoiding uncertainty and 
criticism) for psychogenic men and greater somatic 
complaints for those diagnosed with organic impotence. 
Thus, while performance anxiety and somatic complaints 
contributed useful information, MMPI and CPI scales were 
ineffective in differentiating the groups. Despite the lack 
of empirical support and difficulty of interpreting the 
MMPI, the instrument continues to be recommended as a. 
diagnostic tool to address etiology and treatment options 
for sexual dysfunction, particularly when surgical 
intervention is considered (Beutler & Gleason, 1981). 
The Millon Behavioral Health Inventory 
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The Millon Behavioral Health Inventory (MBHI; Millon, 
Green, & Meagher, 1979) is a self-report questionnaire 
originally designed for medical patients to assess coping 
styles in dealing with potentially distressing interpersonal 
situations. Recently, it has been utilized as a measure of 
differential response to treatment of sexual dysfunction. 
It should be noted that the MBHI was not designed as a 
measure of psychopathology, but is specifically oriented to 
psychological difficulties of those with a primary physical 
illness, such as heart disease, pain, and cancer. 
Unfortunately, Green's (1978) study utilized a heterogenous 
group of sexual disorders and did not provide significance 
tests of differences found, nor a control group. Camic 
(1983) examined the use of the MBHI with 20 organic, 20 
psychogenic impotent men, and a medical control group and 
found that the MBHI was able to accurately differentiate 81% 
of the sample; however, details of the classification 
function and significance of scale differences are not 
reported. More recently, another study using the MBHI to 
differentiate groups of impotent men found that 47% of 
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psychogenic, 71% of organic, and 65% of the mixed etiology 
subjects were correctly classified {Lantinga, Krauss,. Clark, 
& Schell, 1988). However, they did not report the 
significant scale differences between the groups. 
It is apparent that at the present time no 
psychological questionnaire meeting psychometric standards 
has emerged as an efficient screening tool from which the 
psychologist or physician can obtain reliable diagnostic 
information. Yet the literature on male impotence is 
replete with innumerable references to contributing 
psychological factors, and patient self-report has been 
found useful in diagnostic differentiation {Hatch, De la 
Pena, & Fisher, 1987). What unfortunately stands out is the 
confusion and lack of a consensus regarding psychogenic 
etiology and assessment instruments. Some studies have 
found those with organic dysfunction to be more 
psychologically disturbed, while others point to 
psychogenics as more disturbed, while still others say 
neither group displays psychopathology. The present 
investigation attempts to address these questions using the 
Millon Clinical Multiaxial Inventory. 
Millon Clinical Multiaxial Inventory 
A recently developed self-report inventory, the 
Millon Clinical Multiaxial Inventory {MCMI; Millon, 1982) 
may provide a better alternative for screening impotent men 
than other measures discussed above. It is comparable to 
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the MMPI in terms of acceptable reliability, ease of 
administration, and scoring. Indeed, some have referred to 
the MCMI as a major alternative to the MMPI in the area of 
objective tests (Korchin & Schuldberg,•1981). Moreover, the 
measure has additional features of brevity, careful 
development, a representative normative sample, theoretical 
base, and a classification system that corresponds with 
psychiatric nosology. 
The MCMI is a 175-item true-false questionnaire 
designed to provide information about emotional and 
interpersonal difficulties. Based upon Millon's (1969; 
1981) theory of personality and psychopathology, the 
questionnaire also corresponds to a large extent with DSM-
III nosology, including all DSM-III personality disorders. 
The questionnaire is geared to an eighth-grade reading 
level, is simple to administer, taking 15-25 minutes to 
complete, and may be computer scored. The MCMI yields 22 
scores: eight basic personality styles (schizoid, avoidant, 
dependent, histrionic, narcissistic, antisocial, compulsive, 
passive-aggressive), three pathological personality 
syndromes (schizotypal, borderline, paranoid), six symptom 
disorder scales of moderate severity (anxiety, somatoform, 
hypomania, dysthymia, alcohol abuse, drug abuse), three 
symptom disorder scales of extreme severity (psychotic 
thinking, psychotic depression, psychotic delusion), plus 
two additional correction scales which provide a means to 
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identify and adjust possible test-taking distortions. The 
individual scales and profile patterns can be used to· 
generate and test clinical hypotheses. Moreover, the 
available computer scoring package provides the practitioner 
with an interpretive report, the accuracy of which has 
initial empirical support (Moreland & Onstad, 1987). 
MCMI raw scores are converted to base rate scores 
determined by the empirically derived prevalence for each of 
the 20 disorders measured. Base rate scores were fitted to 
empirically derived prevalence data, with the aim of 
optimizing the ratio of true to false positive 
classifications. Nine hundred seventy-eight subjects served 
as the basis for the derivation of prevalence figures and 
were part of the MCMI construction sample, while 256 
patients who were evaluated by 40 clinicians served in the 
cross-validation of the base rate formulas. The prevalences 
obtained are most representative of those observed at 
outpatient and inpatient mental health settings. Base rate 
score distributions were transformed so that the proportion 
of patients scoring above a given cutoff point would match 
the clinically judged prevalence for the ,disorder. This 
approach is very different from traditional cutoff score 
assignments which identify pathology at two standard 
deviations above the mean of a normative sample, a procedure 
that essentially fixes prevalence at 2.5%. 
Millon (1982) distinguished two aspects of prevalence 
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of the disorders measured. The first, corresponding to a 
base rate of 75 and above, is construed to be a preva·lence 
figure for the presence of a syndrome. Patients scoring 
above 74 are said to possess, in some clinically significant 
degree, the trait or disorder assessed. Base rate scores 
above 84 indicate the presence of a most prominent syndrome 
that may dominate the clinical picture. 
The MCMI's psychometric properties have been 
systematically studied and detailed results are provided in 
Millon's {1982) manual. Item selection and scale 
development involved an on-going sequence of three 
validation steps: theoretical, internal-structural, and 
external criterion. Significant psychometric features of 
the MCMI will be summarized. 
Date provided by Millon {1982) on the test-retest 
r~liability using a patient sample indicate a high degree of 
reliability, with coefficients generally in the mid-eighties 
for all scales when a one week interval was used. When the 
interval was increased to five weeks, reliability remained 
high for the personality-scales, but was lower {mid-sixties) 
. 
for the clinical syndrome scales. The latter scales could 
be expected to be more transient and subject to actual 
changes in clinicai functioning and intervening treatment. 
The internal consistency of the MCMI is also reported to be 
generally high, with a median Kuder-Richardson coefficient 
of .88. 
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Validity studies have yielded moderately promising 
results. Millon (1977) examined the concurrent validity of 
the MCMI with several similar diagnostic instruments. The 
intercorrelations with the MMPI ranged from -.72 to .64, 
with most generally in the .30 to .40 range. The 
relationships were not as high as might be expected. 
Subsequent research by Smith, Carroll, and Fuller (1988) has 
found low correlations between certain MCMI and MMPI scales 
expected to be highly related. For example, none of the 
MCMI scales correlated at a significant level with the 
Psychopathic deviant scale of the MMPI, calling into 
question the validity of the MCMI Antisocial scale. Mont~g 
and Comrey (1987) have raised similar concerns, reporting 
low correlations between the MCMI Histrionic and Antisocial 
scales and the MMPI Hysteria and Psychopathic deviant 
scales, respectively. 
Some of the more promising MCMI validational research 
has involved the affective disorder scales. Goldberg, Shaw, 
and Segal (1987) found the MCMI significantly 
intercorrelated with the Beck Depression Inventory and 
Hamilton Rating Scale for Depression. Another study found 
the MCMI affective scales significantly related to DSM-III 
affective disorders even after the current mood of the 
patient was partialled out {Choca, Bresolin, Okonek, & 
Ostrow, 1988). 
Gibertini, Brandenburg, and Retzlaff {1986) examined 
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Millon.•s data and reported that the overall diagnostic power 
of the MCMI for correctly classifying patients according to 
the presence of absence of a disorder is generally high, 
ranging from 82-94% for the presence of a syndrome and 86-
97% for the most prominent syndrome. This study concluded 
that the majority of the scales showed fair to good 
predictive ability, with most problems occuring with the 
psychotic symptom scales. 
Perhaps one of the most serious criticisms of the MCMI 
has involved the presence of many item-scale overlaps and 
the high inter-scale correlations. Choca, Peterson, & 
Shanley (1986) note that some scales share 65% of items, 
thereby inflating scale intercorrelations and adding 
undesirable method variance. Choca et al. (1986) question 
whether the high degree of structural unity found in factor 
analytic study of the MCMI is exaggerated by the shared 
variance between scales. Millon (1982) acknowledges the 
high scale intercorrelations, but argues that the item-
scale overlaps are justified on theoretical grounds in that 
they reflect actual clinical covariation. 
While the MCMI does not provide a differential scale 
for sexual dysfunction, Millon (1982) suggested that further 
research with the instrument may develop such a scale. The 
MCMI provides several measures of personality styles and 
symptoms that seem to correspond with factors that have been 
related to impaired sexual functioning, such as the 
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Avoidant, Compulsive, Anxiety, Dysthymic, and Alcohol Abuse 
scales. 
Millon (1987) recently published the MCMI-II, a revised 
version of the test designed to conform more closely with 
diagnostic criteria of the DSM-III-R. While structurally 
very similar to the original test, the MCMI-II does contain 
several changes. The instrument is still comprised of 175 
items. However, 45 of the original items have been replaced 
or reworded. Also added were two new personality scales, 
Aggressive/Sadistic and Self-Defeating, derived largely from 
a split and alteration of the original Antisocial and 
Passive-Aggressive scales, respectively. Three additional 
validity indices were also added, Disclosure, Desirability, 
and Debasement, to detect response distortions. The scoring 
. 
system of the MCMI-II is also somewhat different in that a 
weighting scheme is used. Millon claims that the weighting 
system will enhance the validity of the instrument, although 
. 
Streiner and Miller {1989) have challenged this assertion, 
suggesting that the new scoring system is of no substantial 
benefit. Initial comparison of the MCMI-I and MCMI-II show 
same scale correlations ranging from .49 in the split of the 
Antisocial scale to .87 on the Avoidant scale, with the 
average scale correlations in the mid-70's. The pattern of 
scale intercorrelations show close correspondence. Initial 
published reports using the MCMI-II suggest that it 
functions quite similarly to the MCMI, although much of the 
research with the original instrument will need to be 
replicated with the MCMI-II (Piersma, 1989). 
Statement of the Problem 
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The assessment of male impotence involves 
differentiating between physical and psychological factors 
which may play a role in the disorder. In clinical 
literature the most commonly cited psychological factors 
related to psychogenic impotence include interpersonal 
anxiety, fear of rejection/failure, behavioral rigidity, 
depression, and alcohol abuse. While each of these factors 
has found some empirical support, their presence and the 
degree of relationship remains unclear and calls for further 
investigation. 
Diagnostic evaluation should attempt to discriminate 
psychogenic from organic impotence. However, the methods of 
assessment available to the physician· are limited 
particularly with respect to objective psychological 
techniques. currently, the MMPI is the most widely used 
psychological screening device in cases of impotence. 
Insufficient and contradictory information exists as to the 
ability of the MMPI to contribute meaningful information to 
the evaluation process. Studies along these lines have 
generally failed to replicate earlier findings, to provide 
meaningful descriptions of group differences, or have been 
limited due to factors such as small sample size or the 
omission of control and mixed etiology subjects. 
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The Millon Clinical Multiaxial Inventory (MCMI) provides 
a promising alternative to the MMPI as an objective self-
report questionnaire. The MCMI has additional psychometric 
and interpretive features such as strong test development 
and validational research, and correspondence with 
diagnostic nosology. While the MCMI was designed as a 
measure of psychopathology and not specifically of sexual 
dysfunction, its ability to distinguish psychological versus 
organic erectile disturbance merits empirical study. 
This study is designed to extend analysis of the MCMI 
to a sample of male patients presenting with impotence and 
to explore psychological characteristics of organic, 
psychogenic, and mixed etiology subgroups. The MCMI scale 
scores of impotent men diagnosed as organic or psychogenic, 
a mixed etiological group, and a comparison group of 
non-impotent male subjects were examined via a discriminant 
function analysis. 
The following hypotheses are presented: 
1. Those in the psychogenic impotence group will 
score significantly higher than the organic, mixed, and non-
dysfunctional group on the following MCMI scales: 
a) Avoidant, indicating dysphoric affective 
experiences, distracting thoughts, self-devaluation, social 
anxiety, and hypersensitivity to rejection. 
b) Compulsive, reflecting constricted affect, 
tension, concern with rules and rigidity of behavior, and an 
over-concern regarding conformity and absence of 
spontaneity. 
c) Anxiety, reflecting apprehension and tension, 
d) Dysthymic, reflecting depression, 
discouragement, apathy, and self-depreciation, and 
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e) Alcohol Abuse, reflecting excessive alcohol use 
that interferes with functioning. 
2. In contrast, those in the organic impotence group 
are expected to obtain significantly higher scores than the 
psychogenic, mixed, and non-dysfunctional group on the MCMI 
symptom scale of So~atoform, which would reflect 
physiopathology, including complaints of fatigue, weakness, 
preoccupation.with ill-health and nonspecific pain. 
3. There will be no significant differences on the 
remaining scales, and no predictions are made about the 
mixed etiology group. 
Subjects 
CHAPTER III 
METHOD 
A total of 126 men from a urologist's private practice 
served as subjects for this study. All of the clinical 
· groups (n=l00) reported impotence as a primary problem. The 
• comparison group (n=26) denied the presence of any sexual 
difficulties. 
Participants were included regardless of age, race, 
religion, or socioeconomic background. The total sample was 
predominantly Caucasian (89.7%), with 8.7% and 1.6%, 
respectively, identifying themselves as African-American or 
Asian. The average number of years of formal education was 
13.4 (SO=3.2). The sample was fairly evenly divided in 
terms of socioeconomic status, with 51.8% white-collar and 
48.2% blue-collar workers. The religious affiliation was 
predominantly Protestant (58%), with 35% Catholic, 3% 
Jewish, and 4% Other. The majority of subjects were 
involved in their first marriage (60.8%); another 24% were 
remarried or had a current partner, while 15.2% had no 
partner due to separation, divorce, or spouse death. 
The organic impotent group consisted of 26 males, with 
a mean age of 62.4 years (SO=7.9). They reported an average 
duration of impotence of 43 months (SO=53.6). Within this 
group there were 10 diagnoses of diabetes, 9 vascular 
disease, 9 hypertension, 5 prostatic disease, 4 Peyronies 
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disease, 3 alcoholism, along with 6 other low frequency 
medical problems. Two-thirds of these subjects were taking 
medication, including 12 on cardiovascular medication. 
The psychogenic group consisted of 50 males with 
a mean age of 55.2 years (SO=9.2). The average duration of 
impotence was 44 months (SO=53). Within this group there 
were 12 diagnoses of hypertension, 8 vascular disease, 8 
prostatic disease, 7 alcoholism, 6 psychiatric conditions, 5 
ulcers, and 9 other low frequency medical problems. Only 
18% were found to have no medical problems. Fifty-two 
percent were taking medication, including 12 on 
cardiovascular and 9 on psychiatric medication. 
The mixed etiology group consisted of 24 males, with a 
mean age of 58.5 years (SO=11.1). The average duration of 
impotence was 53 months (SO=46). Within this group there 
were 11 diagnoses of hypertension, 10 with vascular disease, 
8 diabetes, 5 prostatic disease, 4 neurological disease, 2 
psychiatric illness, and 9 low frequency medical problems. 
Only one subject in this group had no medical problems, with 
71% taking some prescription medication. 
Twenty-six men from the same private practice office 
served as "normal" comparison subjects for this 
investigation (age X=63; SO=13.5). These patients were 
presenting with mild urologic concerns. The sample was 
comparable to the clinical groups in terms of major 
demographic factors; however, these subjects were found to 
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have no serious medical problems nor sexual dysfunction. 
The four groups were significantly different in.age (~ 
(3,119)=4.29, Q< .05) as both the organic and control group 
averaged 7 years older than the psychogenic group. 
Procedure 
All 126 subjects meeting the criteria for inclusion in 
the study and providing their consent (see Appendix A) were 
individually administered the MCMI during a general 
evaluation in a urologist's office. The MCMI protocols were 
computer scored. Two inventories were judged to be invalid 
according to the MCMI Validity index and were excluded from 
analyses. 
Patients were selected for the clinical samples when 
they reported a primary complaint of impotence. Impotence 
was defined as an inability to obtain or maintain an 
erection on 95% of all appropriate occasions for at least 
the previous three months. 
A physical exam was performed on patients in the 
clinical samples, with detailed evaluation of the prostate 
and genitalia, peripheral pulse, and neurologic parameters. 
Serum testosterone and prolactin levels were also measured 
when medically indicated by conditions such as central 
nervous system disease. Pertinent medical data were 
obtained covering conditions associated with impotence 
(e.g., diabetes mellitus, neurologic disease, vascular 
impairment, iatrogenic problems related to surgery, and 
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pharmacologic treatment). When indicated, additional 
testing for these conditions was conducted. The reported 
presence of adequate nocturnal or morning erections was used 
as partially supportive evidence of a psychogenic component 
to the dysfunction. Several additional physiologic measures 
were also obtained including penile-brachia! blood pressure 
index, papaverine injection, and nocturnal penile tumescence 
study. A brief series of questions were asked by the 
physician to assist in group assignment. Questions covered 
psychological and sexual concerns relevant to impotence. 
Items such as marital discord, family conflicts, anxiety, 
depression, financial/job stress, grief reaction following 
loss of a significant other, guilt or anger concerning an 
extramarital affair, partner's sexual interest, and degree 
of sexual knowledge and scope of sexual technique were 
briefly covered. 
The participating urologist assigned patients to the 
various groups based upon these clinical findings without 
access to MCMI results in making a diagnostic decision. 
Those subjects meeting the definition for impotence were 
subdivided into three groups according to organic versus 
psychogenic etiology based upon results from extensive 
medical evaluation. Thus two basic groups were derived--
organic and psychogenic. 
A third group of mixed etiology was formed when factors 
indicating both organic and psychological components were 
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present and thus classification was undetermined. 
The fourth group was a comparison group of 26 non-
impotent men. These subjects were randomly selected from a 
group as they presented to the urologist's office for 
problems such as varicocele, mild prostatitis, or seeking a 
vasectomy. These subjects also reported no previous 
psychiatric history and no complaints of sexual dysfunction. 
None of the comparison subjects were experiencing a severe 
illness and/or physical discomfort at the time of 
evaluation. 
CHAPTER IV 
RESULTS 
A direct discriminant function analysis was performed 
to assess prediction of membership in the four groups from 
the six MCMI scales put forth in the investigation 
hypotheses. A second discriminant function was also 
performed using all 20 MCMI scales. Groups were organic, 
psychogenic, mixed, and non-impotent men. All predictor 
variables were entered concurrently through the direct 
method. Adjustment was made for prior probabilities during 
the classification procedure due to differences in group 
size. 
The twenty MCMI scale scores show only one main 
difference between the groups, with the normal comparison 
group scoring higher than the psychogenic group on the 
Hypomanic scale. However, once the alpha level was adjusted 
for multiple comparisons this difference was no longer 
significant. Group means and standard deviations for each 
scale are shown in Table 1. Examining the MCMI items, there 
was a trend toward differences on only 12 of 175 MCMI items. 
However, using a conservative alpha level adjusted for 
multiple comparisons, these differences were not 
significant. 
On the basis of the six hypothesized MCMI scales as 
predictor variables, three discriminant functions were 
derived. None of these functions had significant 
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Table 1 
Group Means and Standard Deviations for the Four Groups 
Organic Psych Mixed Normal 
Scale Mean Mean Mean Mean 
(SO) (SO) (SD) (SO) 
1 Schizoid 41. 3 34.7 36.0 29.7 
(25) (23) (21) (22) 
2 Avoidant 35.4 32.5 32.0 32.2 
( 26) (22) (16) (19) 
3 Dependent 46.9 51.0 58.1 55.9 
(27) (24) (21) (26) 
4 Histrionic 45.2 53.4 59.3 56.8 
( 21) (19) (24) ( 21) 
5 Narcissistic 57.1 59.2 60.7 62.8 
(14) (16) (20) (19) 
6 Antisocial 57.0 56.0 51.2 59.0 
(19) (19) (25) ( 20) 
7 Compulsive 67.0 68.4 65.8 69.5 
(13) (13) (17) (14) 
8 Passive-agg. 30.8 28.1 27.5 26.7 
( 26) (22) (17) (19) 
9 Schizotypal 50.0 43.3 48.0 46.0 
(15) (17) (16) (16) 
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Table 1 Continued 
Group Means and Standard Deviations for the Four Groups 
Organic Psych Mixed Normal-
Scale Mean Mean Mean Mean 
(SD) (SD) (SD) (SD) 
10 Borderline 46.5 47.5 46.6 43.7 
(19) (18) (18) (17) 
11 Paranoid 57.6 54.6 58.0 60.7 
(16) (17) (20) (14) 
12 Anxiety 59.5 57.2 57.3 59.7 
( 25) (23) (20) (18) 
13 Somatoform 57.0 57.3 58.0 60.9 
( 21) (18) (18) (17) 
14 Hypoma:nic 22.7 23.9 32.8 39.7 
(28) ( 26) (28) (27) 
15 Dysthymic 60.1 59.1 55.1 54.5 
(22) ( 20) (16) (20) 
16 Alcohol 45.4 47.8 48.2 52.4 
( 20) (17) (19) (14) 
17 Drug Abuse 41.9 44.5 50.0 52.2 
( 21) (21) (23) (22) 
18 Psythinking 40.1 38.5 45.0 45.6 
(22) (19) (19) (16) 
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Table 1 Continued 
Group Means and Standard Deviations for the Four Groups 
Organic Psych Mixed Normal 
Scale Mean Mean Mean Mean 
(SD) (SD) (SD) (SD) 
19 Psydepress 36.6 33.9 36.6 38.5 
( 21) (20) (19) (16) 
20 Psydelusion 50.8 51.5 48.1 54.7 
(22) (20) (24) (15) 
~ 
discriminating ability as indicated by chi square [ 1,.. 
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(7)=11.43, R=.88; Wilks' Lambda=.91]. The three functions 
accounted for 75.7%, 17.9% and 6.4%, respectively of the 
between-group variability. A plot of the group centroids 
(see Figure 1) shows that the first function maximally 
separates the organic and psychogenic groups from the 
normals, with the mixed group falling in between. The 
second function maximally separates the psychogenic from the 
mixed and organic groups, though the separation is marginal. 
The third function accounted for less than 10% of the 
variability and is therefore not interpreted. 
The discriminant function coefficients (see Table 2) 
indicate that the primary variable distinguishing the 
organic and psychogenic group from normals (first function) 
is Scale D (Dysthymic). The organic and psychogenic groups 
report more dysthymia than normals, though this difference 
is not significant. Also contributing to discrimination 
between the groups is Scale H (Somatoform). Interestingly, 
the normals report a greater amount of somatic complaints 
than all the other groups, though this difference is not 
significant. Loadings less than .32, or 10% of the variance 
were not interpreted. 
Four predictors have loadings in excess of .32 in the 
second discriminant function, including Scale D (Dysthymic). 
Also predominant in the second function are Scale A 
(Anxiety) which was endorsed more by the organic and normal 
1.0 
.8 
.6 
Second .4 
discriminant .2 
function 0 
-.2 
-.4 
-.4 
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-.2 0 • 2 .4 .6 .8 1.0 
First discriminant function 
Figure 1. Plot of four group centroids on two discriminant 
functions derived from six MCMI scales (Scales Avoidant, 
Compulsive, Anxiety, Somatoform, Depression, and Alcohol Abuse. 
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Table 2 
Canonical Discriminant Function Coefficients for Six MCMI Scales 
Predictor variable Function 
MCMI Scale 1 2 3 
2 (Avoidant) .09 -.23 .42 
7 (Compulsive) .26 .71 .60 
A (Anxiety) .31 -.84 1.27 
H (Somatoform) .83 -.18 -.62 
D (Dysthymic) -1.35 .94 -.36 
B (Alcohol Abuse) .35 .80 -.19 
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groups; Scale B (Alcohol Abuse) was endorsed most by the 
normal group; and Scale 7 (Compulsive) was endorsed more by 
the normal and psychogenic groups. However, none of these 
scale differences are significant. 
Results from the classification procedure are shown in 
Table 3. The overall correct classification rate was 43.7%. 
The psychogenic subjects were correctly classified in 92% of 
the cases, whereas, only 23% of normals, 8% of mixed, and 4% 
of organic subjects were accurately classified. The "false 
positive" rate was extremely high, with 78% to 92% of the 
organic, mixed, and normal subjects misclassified as 
psychogen~c, whereas, 4% to 12% of the psychogenic subjects 
were misclassified as organic or normal, respectively. 
In the second discriminant analysis using all of the 
MCMI scales as predictors of group membership, three 
discriminant functions were derived. None of these 
functions had significant discriminating ability as 
indicated by chi square [ l~ (20)=51.78, R=.77; Wilks' 
Lambda=.63]. The three functions accounted for 47.2%, 31.5% 
and 21.3%, respectively of the between-group variability. A 
plot of the group centroids (see Figure 2) shows that the 
first function maximally separates the organic and 
psychogenic groups from the normals, with the mixed group 
falling in between. The second function maximally separates 
the psychogenic and normals from the mixed and organic 
groups, though the separation is marginal. 
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Table 3 
Classification Results using MCMI Scales Avoidant, Compulsive, 
Anxiety, Somatoform, Depression, and Alcohol Abuse 
Actual Group No. of cases Predicted Group Membership 
1 2 3 4 
1 Organic 26 1 22 0 3 
(3.8%) (84.6%) (0.0%) (11.5%) 
2 Psychogenic 50 0 46 0 4 
(0.0%) (92.0%) (0.0%) (8.0%) 
3 Mixed 24 0 22 2 0 
(0.0%) (91. 7%) (8.3%} (0.0%} 
4 Normals 26 0 20 0 6 
(0.0%} (76.9%} (0.0%) (23 .1%) 
Overall percent correctly classified: 43.65% 
Second 
discriminant 
function 
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Figure 2. Plot of four group centroids on two discriminant 
functions derived from twenty MCMI scales. 
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The discriminant function coefficients (see Table 4) 
indicate that the four main variables distinguishing the 
organic and psychogenic group from normals (first function) 
are Scale 10 (Borderline), Scale 13 (Somatoform), Scale D 
(Dysthymic), and Scale 14 (Hypomanic). The normals show 
less elevation on the Borderline scale and more on the 
Somatoform scale than the other groups, though not 
significantly. Scale D (Dysthymia) also contributed to 
prediction as the organic and psychogenic groups reported 
more dysthymia than did the other groups. The next 
contribution to differentiating the groups is Scale 14 
(Hypomanic), with the normals scoring higher in this area 
than the other groups. None of these scale differences, 
however, are significant. 
The· discriminant function coefficients from the second 
function (Table 4) show that many scales have high loadings, 
although the function itself accounted for only 31% of the 
variance. The highest loadings in the second function 
include Scale 2 (Avoidant), Scale 1 (Schizoid), and Scale 9 
(Schizotypal) with the organic group scoring higher on these 
scales than the other groups. However, none of these scale 
differences are significant. 
Results from the classification procedure are shown in 
Table 5. The overall correct classification rate was 46.8%. 
In general, correct classification was more evenly 
distributed using all 20 MCMI Scales than when only the .six 
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Table 4 
Canonical Discriminant Function Coefficients for 20 MCMI Scales 
MCMI Scale Predictor 
1 {Schizoid) 
2 {Avoidant) 
3 {Dependent) 
4 {Histrionic) 
5 {Narcissistic) 
6 {Antisocial) 
7 {Compulsive) 
8 {Passive-aggressive) 
s {Schizotypal) 
C {Borderline) 
p {Paranoid) 
A (Anxiety) 
H {Somatoform) 
N {Hypomanic) 
D {Dysthymic) 
B {Alcohol Abuse) 
T (Drug Abuse) 
ss {Psychotic Thinking) 
cc (Psychotic Depression) 
PP (Psychotic Delusions) 
1 
-.29 
.15 
-.16 
.23 
-.51 
.22 
.46 
-.30 
.27 
-.78 
-.12 
.19 
.78 
.59 
-.67 
-.03 
.19 
.46 
.50 
-.20 
Function 
2 
.81 
-.94 
.54 
.02 
.17 
-.65 
-.16 
.10 
.74 
.25 
1.29 
-.70 
-.37 
-.15 
.24 
-.64 
.50 
-.10 
.05 
-.69 
3 
.20 
.41 
.08 
1.20 
-.40 
-.45 
.20 
-.28 
-.86 
.61 
.16 
-.17 
-.54 
-.27 
.26 
.21 
-.04 
.49 
-.23 
.10 
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Table 5 
Classification Results using 20 MCMI Scales 
Actual Group No. of cases Predicted Group Membership 
1 2 3 4 
1 Organic 26 11 6 5 4 
(42.3%) (23.1%) {19.2%) {15.4%) 
2 Psychogenic 50 11 24 7 8 
(22.0%) (48.0%) (14.0%) (16.0%) 
3 Mixed 24 5 4 10 5 
(20.8%) (16.7%) (41.7%) (20.8%) 
4 Normal 26 4 4 4 14 
(15.4%) {15.4%) (15.4%) (53.8%) 
overall percent correctly classified: 46.83% 
MCMI scales were utilized. The normals were classified 
correctly in 54% of the cases, 48% of psychogenics and 42% 
of organic and mixed subjects were accurately classified. 
The "false positive" and "false negative" rate ranged from 
· 14% to 23%. For example, 23% of organic subjects were 
misclassified as psychogenic, whereas, 22% of the 
psychogenic subjects were misclassified as organic. 
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Subsequent discriminant analyses were conducted to 
examine how the comparison and mixed groups may have 
affected results. Eliminating the normals from the 
discriminant analyses, the correct classification rate rose 
slightly to 50% using both the six MCMI and 20 MCMI scales 
as predictors. The best differentiation was found when both 
the normal and mixed group were eliminated. The organic and 
psychogenic groups were accurately classified at a rate of 
65% using all 20 MCMI scales, and 68% using the six 
hypothesized scales, however, the "false positive" rate 
ranged from 42% with all 20 MCMI scales to 92% with the six 
MCMI scales. 
Although the original proposed design of this study 
called for a c~oss-validational analysis in order to examine 
the stability of the discriminant functions, the derived 
functions from the total sample reveal such poor 
classification that cross-validation seems superfluous and 
was thus determined unnecessary. 
CHAPTER V 
DISCUSSION 
The purpose of this study was to examine differences 
on the MCMI, if any, between men diagnosed as having either 
organic, psychogenic, or mixed etiological impotence (based 
upon extensive medical evaluation) and non-impotent men. A 
discriminant function analysis was performed to examine 
scale differences and the ability of the MCMI to predict 
group membership. Two hypotheses were derived based upon 
the clinical literature on the psychological factors most 
often associated with sexual dysfunction. The hypotheses 
were: 1) those with psychogenic impotence will show 
significant elevations on MCMI scales measuring avoidant and 
compulsive personality styles, as well as depression, 
anxiety, and alcohol abuse, and 2j given their apparent 
medical problems, those with organic impotence will show 
significant elevations on the MCMI somatoform scale. An 
analysis of variance was also performed to determine the 
significance of any scale and item differences. The 
findings do not support the hypotheses in that the six 
hypothesized scales failed to significantly differentiate 
the groups; furthermore, no significant MCMI scale or item 
differences were found between the groups. Indeed, 
inclusion of all 20 MCMI scales in the discriminant analysis 
also failed to produce a significant differentiation of the 
four groups. In other words, the four groups were not as 
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distinctive as anticipated. Discussion focuses on possible 
explanations for the failure to support the hypothese-s, 
including difficulties with the research area, design of the 
study, and specific problems with the MCMI. The 
implications of this study are discussed as are suggestions 
for further research and improved assessment of 
psychological factors involved in sexual dysfunction. 
Examining means for the four groups on the 20 MCMI 
scales, all were within the subclinical range, well below a 
base rate cut-off score of 75. Furthermore, an analysis of 
variance revealed no significant differences on the 20 MCMI 
scales between the four groups using a conservative (i.e., 
Bonferroni corrected) alpha level. However, prior to 
adjusting the alpha level for multiple comparisons, the 
normal group showed a trend toward higher scores on the 
Hypomanic scale than the psychogenic group, altho~gh this 
elevation was not high enough to indicate the presence of a 
disorder. 
Interestingly, 49% of the psychogenic subjects showed 
a tendency to deny the presence of psychological problems 
according to the MCMI Weight factor, whereas, 36%, 36%, and 
3% of the organic, mixed, and normal subjects showed this 
tendency. The psychogenic group also showed a much lower 
tendency to exaggerate symptoms than the organic and mixed 
groups. While it could be suggested that the psychogenic 
subjects had greater motivation to see their sexual problems 
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as medical in origin and therefore minimized psychological 
distress on the MCMI, the instrument is designed to correct 
for denial tendencies, particularly on the symptom scales. 
The discriminant function analysis using the six 
hypothesized MCMI scales as predictor variables failed to 
produce a significant equation that could maximally separate 
the four groups. Examining the first function accounting 
for the greatest percent of variability reveals that the 
psychogenic and organic groups were most distinct from the 
normals, with the mixed group falling in between. When the 
instrument's discriminant power was examined in terms of 
accurately classifying the respective groups, an 
overwhelming number of subjects were misclassified as 
psychogenic. The high misclassification errors suggest that 
none of the groups are very distinctive on the variables 
most commonly associated with sexual dysfunction. 
Furthermore, the organic group did not show a greater 
presence of somatic complaints as had been predicted. 
Including all 20 MCMI scales in a subsequent 
discriminant analysis also failed to produce a significant 
predictor equation. However, the classification rates were 
greatly improved, with 46.8% of the total sample correctly 
classified. Furthermore, when the mixed group who had some 
degree of medical problem, though not enough to clearly 
identify their sexual dysfunction as organic in origin, are 
combined with the organic group, the accurate classification 
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rate for these subjects increases to 84%. When the mixed 
group, who also showed indications of a psychological 
component to their disorder, is combined with the 
psychogenic group, 89.7% are correctly classified. While 
these combined percentages appear to indicate an adequate 
prediction rate, the question remains as to how distinct the 
primary diagnostic groups are from each other. 
Furthermore, even if the percentage classified is greater 
than chance, in practice the clinician would need to know 
what decision rules to use when interpreting results, and 
this study failed to provide a ~ignificant and interpretable 
classification function. 
The question of whe~her it is possible to 
differentiate sexual dysfunction according to etiology is 
one that plagues research and clinical practice. Indeed, 
there is widespread disagreement as to how prevalent the 
etiological categories are, and if they do represent 
different causative factors, then how can this be assessed 
accurately. This question is in part the reason for the 
present investigation. Are there two distinct groups of men 
presenting with impotence, and if so, how do they differ 
psychologically, and how can we measure such a difference? 
This study lends support to the position that sexual 
dysfunctions do not represent a homogeneous disorder in 
terms of causative factors. Even when using thorough, state 
of the art medical assessment, it proved difficult to 
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accurately categorize subjects. For example, results from 
the papaverine test which was utilized in this study'·s 
medical evaluation and which has been heralded as a major 
assessment device in impotence determination, was often 
equivocal. Despite vigorous efforts to medically 
differentiate the groups and to classify equivocal cases to 
a mixed group, there remain a large number of subjects in 
the psychogenic group who had some medical problem (82%), 
were on medication (52%), and smoked cigarettes (41%). Each 
of these variables could possibly relate to at least a 
portion of the sexual difficulty. Therefore, this group may 
not have been a pure representation of psychogenic 
impotence, and the presence of at least mild medical 
problems across the groups might also explain the very 
similar levels of somatic complaints endorsed. 
It is also possible that those subjects found to have 
significant medical problems associated with impotence also 
have simultaneous psychological problems, or have 
psychological reactions to the sexual dysfunction itself. 
Thus differences between the groups could be obscured by the 
heterogenity within each group, and the fundamental 
difficulty in distinguishing impotence on the organic-
psychogenic dimension. Williams (1985) has argued that 
impotence is not either an organic or a psychogenic problem, 
but rather involves a combination of medical and 
psychological factors. Clearly, further research is needed 
to examine the validity of the etiological classifications 
of impotence. 
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While no two group means on any of the 20 MCMI scales 
were significantly different, it is interesting to note that 
96% of all subjects, including 100% of the normal group, had 
at least one scale score above the base rate cut-off of 75 
on the personality scales. Several authors have provided 
evidence that the MCMI tends to over-pathologize non-
clinical samples, particularly the personality scales 
(Cantrell & Dana, 1987; Repko_ & Cooper, 1985). However, 
when examining these personality scale elevations, no 
pattern emerges that can distinguish the groups. In other 
words, there is no predominant personality scale or 
personality style associated with any of the four groups. 
Furthermore, the mean group profiles suggest no pathological 
elevations on any of the personality or symptom scales. 
The lack of discriminant power of the individual MCMI 
scales must also be examined in terms of the instrument's 
psychometric properties. As several authors have noted, 
there is an extremely high degree of item-scale overlap on 
the MCMI (Cantrell & Dana, 1987; Choca et al., 1986; Montag 
& Comrey, 1987). Millon (1982) also reports high scale 
intercorrelations. In the present study all scales with the 
exception of Dependent and Psychotic delusion showed high 
and multiple intercorrelations. For example, the Anxiety 
scale showed correlation coefficients of .60 or higher with 
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four other scales. Millon (1982) has defended this aspect 
of the MCMI stating that item overlap and scale 
interrelations conform closely to the theoretical model and 
reflect expected clinical relations. However, the high 
scale intercorrelations lower the discriminant power of the 
individual scales. Notably, included in Millon's (1987) 
revised MCMI are alterations which reduce scale 
intercorrelations and may therefore improve the instrument's 
diagnostic differentiation. 
Another potential problem that may have affected 
results is that the MCMI was constructed and normed on a 
clinical population. Thus the items were tailored to a 
psychiatric population as were the base rate cut-off scores. 
While the present study found no group mean elevations on 
the MCMI scales, it is possible that with a non-clinical 
sample, the MCMI is not as sensitive to lower levels of 
psychological distress, particularly on the non-personality 
scales. In other words, the prevalence base rate score 
cutting lines may be irrelevant to this population. 
Based upon review of the literature, the most frequent 
psychological variables related to impotence are depression 
and anxiety. Certainly, one possible interpretation of the 
failure to find evidence for these syndromes in the 
psychogenic sample is that they simply are not present to 
the extent that the literature suggests. However, when 
asked by a physician whether they were feeling depressed, 
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38% of psychogenic subjects reported moderate depressive 
feelings, as did 31% of the entire sample of sexually 
dysfunctional subjects with an additional 12% of the total 
impotent sample reporting mild depressive feelings. 
The Depression scale of the MCMI has received 
validational support in several studies and would therefore 
be likely to detect such problems in this study (Choca et 
al., 1988; Goldberg, Shaw, & Segal, 1987; Millon, 1982). 
However, the MCMI neglects items reflecting vegetative 
depressive symptoms, such as appetite and weight loss, sleep 
problems, and libido disturbance. It could be argued that 
these physiological manifestations of depression are the 
more common means by which subjects such as those in this 
study (who presented to a physician) express their 
depression. Therefore, the exclusion of these symptoms 
from the MCMI may have prevented the detection of this 
expression of depressive symptomatology. Perhaps the 
inclusion of additional measures of anxiety and depression 
in this study could have clarified this issue. 
Another interesting possibility relates to the long 
duration of impotence in the sample, averaging three years. 
As Masters and Johnson (1970) suggest, the onset of 
impotence can often be traced to an initial stressful period 
or rather isolated episode of sexual impairment. These 
authors propose that following a period of sexual inability, 
anxiety about future ability to perform sexually may 
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develop. Among subjects in this study across the three 
impotent groups, 72% acknowledged feeling a great deal of 
performance anxiety. It could be suggested that some of the 
present subjects' impotence may have initially been related 
to a stressful and perhaps depressive episode, but over time 
as the stress or depression subsided, the impotence 
continued and was maintained by performance anxiety. 
Therefore, when evaluated by the MCMI, on average three 
years from the onset of impotence, the distress that 
contributed to the sexual problem may have diminished. 
While subjects in this study did not provide evidence 
of psychopathology, many reported highly stressful 
situations in their life, such as financial problems (15%) 
and job stress (21%), which could contribute to the sexual 
dysfunction, yet not be severe enough to appear as an 
identifiable disorder on the MCMI or any other instrument 
designed to uncover psychopathology. Further research could 
examine subgroups of psychogenic impotence based upon 
insidious onset or acute onset with identifiable stressors. 
The present findings indicate that the MCMI has 
insufficient discriminatory power to separate the groups. 
In this regard, the findings resemble those of investigators 
working with the MMPI who have been unable to confirm that 
instrument's discriminatory power along the organic-
psychogenic dimension (Marshall et al., 1980; Robiner et 
al., 1982; Staples et al., 1980). 
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Contrary to clinical literature, the presence of 
discernable psychopathology and personality traits among 
impotent men is far from an empirically established matter. 
some researchers would explain the failure to identify 
psychopathology as due to mounting evidence that vascular 
disease is the single largest cause of impotence 
(Zorgniotti, 1984). Others take the position that sexual 
dysfunction cannot be catagorized according to etiology 
because both physical and psychological variables are almost 
always implicated (Williams, 1985). 
Another way of looking at the questions posed by this 
area of research relates to the long-standing emphasis on 
individual objective psychological assessment. Masters and 
Johnson (1970) have consistently taken an assessment and 
treatment approach that includes partners. They suggest 
that marital relationship factors may be more tied to sexual 
dysfunction than psychological functioning of individual 
partners. This study is consistent with their approach in 
that while psychopathology was evident in some subjects, the 
group means failed to demonstrate predominant or consistent 
patterns of individual psychopathology. On the other hand, 
85% of impotent subjects reported that they had good 
relationships with their partners. Nevertheless, 
considering the derth of empirical support for individual 
psychopathology among sexually dysfunctional subjects, it 
seems appropriate to take a new assessment direction. 
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Examining the quality of a couple's relationship in a 
systematic and standardized way is a very difficult task, 
which may explain the limited number of available marital 
assessment scales. Thus research efforts could be directed 
toward developing hypotheses and corresponding assessment 
devices to evaluate factors within a relationship that may 
contribute to sexual dysfunction. 
I f , I In the meantime, there is no obJective psychological 
measure available to the medical or mental health profession 
to differentiate impotence. Yet there does appear to be a 
need for such assistance in terms of identifying 
contraindications to the increasing use of surgical 
treatment. The suggested shift from an individual to dyadic 
emphases could potentially require a much greater 
collaboration between the professions and the recommendation 
that psychological consultation be sought on a more routine 
basis. Interestingly, only 20% of subjects in this study 
had previously seen a mental health professional for 
assessment of the sexual dysfunction. 
Certainly there is no substitute for a thorough 
clinical assessment that includes expertise of both 
medically and psychologically trained practitioners, and for 
those seeking a reliable screening device in cases of 
impotence, the MCMI offers at best a supplement to be used 
with caution. Similar to the MMPI, the instrument does not 
appear particularly sensitive to factors which may 
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contribute to sexual dysfunction. Of course, the MCMI and 
the improved MCMI-II could be used as a rough screening 
device for general psychological distress. However, those 
interpreting results should be cautious in either indicating 
or eliminating psychological factors in making diagnostic 
decisions based upon such results. It is imperative that 
established hypotheses regarding causative factors in sexual 
dysfunction and corresponding methods of assessment be 
brought up to date with empirical findings. This will 
likely include a shift in attention toward including the 
dynamics of a couple's relationship in the etiology and 
maintenance of sexual dysfunction. 
APPENDIX A 
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CONSENT FORM 
I 
I agree to participate in a study evaluating psychological 
factors related to male urological problems. 
I understand that my participation will involve completing a 
brief questionnaire. 
I also understand that the confidentiality of my responses 
will be respected and anonymity insured. 
In addition, I understand that participation is voluntary 
and in no way may affect the treatment which I receive. 
Moreover, I may withdraw from participation at any time. 
I have been given the opportunity to ask clarifying 
questions. 
This document is to be kept on file and a copy is available 
for the patient. 
I have read this consent prior to signing. 
Signed: 
-------------------Date: 
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